Dr. HENRY ROBINSON. My interest in this disease is mainly clinical. My experienced of it has been gained in France, where I have seen a certain proportion of the cases to which Sir William Leishmanalluded. Sir Bertrand Dawson has told you of the symptoms of this disease, so I will do nothing more, in the time at my disposal, than mention briefly some of the more striking characteristics which the disease presents.
One of the previous speakers pointed out that the onset of the disease is often sudden; I can corroborate that statement. Shivers are not uncommon, they occur in about 30 per cent. of the cases. Headache and abdominal pain are, of course, the leading clinical symptoms; headache is present in nearly every case; abdominal pain occurs in a large majority, but not in such a high proportion as headache. Aching in the back, legs and arms is not uncommon. There are several symptoms frequently seen in true typhoid which are not so often met with in paratyphoid-. In paratyphoid there is seldom marked abdominal distension, a contrast to true typhoid. Definite palpable enlargement of the spleen is also rare, though enlargement of the percussion area of the spleen is not unusual. Spots are very frequent indeed, but in many cases they do not appear until the pyrexia has subsided. It is essential to keep a most careful watch on these patients for the first week or ten days of their convalescence, otherwise a proportion in which spots appear will be overlooked. The spots are often of a larger and more palpable type than those of true typhoid; their distribution is the same as in typhoid. The abdominal reflexes are frequently absent, but may return during convalescence; this sign is of no value in differentiating typhoid from paratyphoid. The pulse-rate, as Sir Bertrand Dawson and others have told you, is very slow indeed, and very marked bradycardia is almost the rule during convalescence. A pulse-rate of 48, 44, or even 40 is seen in 60 to 70 per cent. of the cases, and it is not uncommon to find a man still with some pyrexia, to 1000 F. or 1010 F., and pulse-rate of 52 or 48. The period of pyrexia in paratyphoid fever may be from five or six days to three or four months. The longest period I have seen was nine weeks, but Lieut.-Col. Harvey, R.A.M.C., has put on record a case which had pyrexia for twelve weeks. Captain Torrens has lately' endeavoured to differentiate between paratyphoid A and B on clinical evidence alone, but I really do not think the attempt is worth making, as no appreciable difference can be made out clinically. ' Brit. Med. Journ., November 13, 1915. Robin8on: Discussion on Paratyphoid Fever Captain Torrens lays it down that paratyphoid A, as a rule, has a slightly longer fever than the B variety. I thought so myself at one time, but after seeing more cases and considering the matter further, I concluded there was no practical help in the point. Until recently the shortest case I had seen was one of the B variety, but since then I have seen a paratyphoid A which has beaten it in this respect.
With regard to the overlooking of mild cases, I am in agreement with Professor Dreyer rather than with Sir William Leishman, but not on the same evidence which satisfies Professor Dreyer. I believe there are many undiagnosed cases-more than Colonel Leishman thinks-and I base that statement on clinical evidence. A point which confirms me in this belief is that in Captain Torrens's able paper he gives many statistics concerning the incidence of certain complications such as haemorrhage, and the incidence of certain physical signs, as bronchitis, palpable enlargement of the spleen, &c. Most of the percentages in which these occur are higher than the percentages which I have encountered, and the differences can very well be explained in this way: Captain Torrens is in charge of a fever hospital in France, and the cases are sent to him with the diagnosis already made. The cases I saw I had to pick out myself from a general hospital, and as we were far from a fever hospital I had to see to them myself. Probably Captain Torrens does not get the proper proportion of mild cases; thus he speaks of the heavy aspect of the patient, the toxic appearance, the mental blurring; and these signs I have seen myself, but very much less often than Captain Torrens. For instance, he had severe hammorrhage in 5 per cent. of cases of paratyphoid B, whereas I have not seen serious haemorrhage in any paratyphoid case at all; and his death-rate was higher than mine.
Though I am no bacteriologist, I would like to make one or two remarks about the bacteriology, for I have one or two conundrums to put. First with regard to the Widal reaction. We have Professor Dreyer's method and the old-fashioned microscopical method; and what one as a clinician would like to know is, which is the right one ? I have reports from a recognized London authority of the first rank.
Here is one in which he gets a totally different result by Dreyer's method as compared with the microscopical method in the same patient's blood taken at the same moment; by Dreyer's method the serum agglutinized Bacillus typhosus in a dilution of 1 in 250, but did not agglutinate paratyphosus A or B at all; by the microscopic method typhosus was slightly agglutinated at 1 in 160, paratyphosus B not at all, paratyphosus A fully at 1 in 320. Both cannot be right; one must be wrong, possibly both are.
Positive Widal reactions are sometimes found to disappear very rapidly after the fever is over. You may have a paratyphoid case with a positive reaction for the particular microbe which is isolated from the blood or faces; if you follow up the patient a month or six weeks later, the positive agglutination reaction may have disappeared, and in some cases doubt has been thrown on the diagnosis in consequence. In one patient whom I traced I learnt that in hospital in England the Widal was negative to paratyphosus A and B, but at the same time he was found to be passing bacilli in his urine and was a carrier. He bad shown a positive Widal when in my charge in France, but lost it later.
I would like to ask what importance is to be attached to the discovery of the Bacillus alkaligenes frcalis. I had two cases in France in which this bacillus was isolated from the feeces. Since returning to England I have met with two cases in which it has been isolated from the blood; in one of these two it was also present in the faeces. Clinically, all these four were cases of the enteric group. I shall be glad if bacteriologists can elucidate these rather difficult points.
Captain H. L. TIDY, R.A.M.C. Paratyphoid bacilli have been isolated from sixty-six cases at the British Red Cross Hospital, Netley. There are two bacteriological methods of diagnosis: (1) isolation of the bacilli; (2) agglutination tests. With regard to agglutination, there are two main techniquesmicroscopic and macroscopic. They are both reliable, and for diagnostic purposes no further elaboration is necessary beyond the ordinary wellrecognized precautions described in text-books. When agglutination tests are performed in paratyphoid cases, agglutinins to Bacillus typhosus are absent very frequently, even in men who have been inoculated within eight months. Sometimes these agglutinins are present early, then disappear, and later may reappear. In severe septic conditions agglutinins to Bacillus typhosus are also absent. Apparently marked pyrexia, perhaps 102°F., for five days leads to disappearance of the inoculation agglutinins. Milder febrile conditions also seem to cause proportional diminution. This factor, therefore, is of -importance in statistics on the duration of agglutinins based on wounded men. If an inoculated man becomes infected with Bacillus typhosus, the inoculation agglutinins will be removed by the resulting
